and others have since added fever, unresponsive to antibiotics and often to corticosteroids, erythema nodosum-like lesions on the leg, disseminated pustules on the skin, often developing in sites where the skin has been pricked; neuroretinitic lesions, scattered thrombophlebitis and an arthritis. The latter is usually confined to one or two major joints, and may be transient, leaving no residua, or persistent. Not all cases are fatal. A virus etiology has been suggested but not proved. A striking feature of a recent case was the development of curious subungual lesions. These were painless and started as well-demarcated areas of bluish discoloration under the nails, with later separation. They appeared to be thromboses of the vascular beds beneath the nails.
Myelomatosis-Amyloid
Myelomatosis can cause 'rheumatism' in five ways: (1) By painful bone lesions; (2) by causing hyperuricaemia and gout; (3) rarely, by direct invasion of synovium by plasma cells; (4) by causing secondary agammaglobulinmmia and septic arthritis; (5) by the development of generalized amyloidosis with joint lesions. The last variety can be grouped with the so-called 'primary amyloid', because the latter always shows some evidence of myelomatosis, if one looks hard enough. The suggestion has been made that primary amyloid is the residue of a burnt-out or partly healed myelomatosis. A recent patient, referred for a large, woody tongue and tachycardia, showed amyloid infiltration ofthe muscles, heart, spleen, tongue and liver. His original presentation had been that of rheumatoid arthritis affecting the knees, shoulders and wrists, with apparently typical stiffness, limitation and swelling, and a symptomatic response to prednisolone. When seen he still had fluid in both knees, with swelling and stiffness of the wrists with typical 'carpal tunnel' symptoms and median nerve com-pression. The mucous membranes of the lower lip were studded with grains of amyloid and his swollen tongue was printed with the impression of his teeth. There were also deposits in the conjunctivae. Bence-Jones proteinuria had been present and an increase of plasma cells in the bone marrow. At autopsy the knee synovium was pale pink where it still retained dye some three months after a positive Congo red test had been obtained.
The wrists of another recent patient with myeloma-amyloid also showed typical carpal tunnel infiltration. Decompression operations relieved the median nerve parmsthesiae. In addition to her typical myelomatosis, she had extensive amyloid of mucous membrane, conjunctivw and skin, both around the eyes and also around the anus. Gafni & Sohar (1960) described excellent results in detecting amyloidosis by rectal biopsy. It seems to be a far more practical, painless and efficient way of getting the diagnosis than gum biopsy. In yet another patient , the resemblance to rheumatoid arthritis was even more marked, with joint pains and swellings, effusions and contractures of knees, and even elbow nodules (presumably myelomatous deposits). In that case, as in all the others I have seen, a negative Rose-Waaler differential agglutination test was a strong pointer towards the correct diagnosis and away from rheumatoid arthritis. HItmophilia Webb & Dixon (1960) recently reviewed a series of patients with hemophilia, in which X-rays of patients' joints were taken whether or not there had ever been joint pain. Twenty-four of these patients also had their anti-hwemophilic globulin (AHG) levels estimated. It was the severe hmmophiliacs who developed joint diseasethose with less than 2% of AHG in their blood. The knees elbows, ankles and hips were most often involved, sometimes without symptoms. In reviewing this series four points were outstanding: (1) Enlargement of the radial head occurred and was often clinically visible; it was a common X-ray sign and had been present in the first X-ray ever to be published on this subject by Shaw in 1897.
(2) In some patients, once a joint had been involved it was more, not less, liable to further hiemorrhages. (3) Since a haemarthrosis seemed to predispose a joint to further bleeding, Webb & Dixon believed that one should treat the patient with an acute hemarthrosis as a medical emergency and, under cover of a fresh plasma drip, or AHG if available, aspirate the joint and relieve the tension as soon as possible, not just splint and wait, as used to be recommended. (4) Bone lesions were found in some patients who could remember no local joint trouble. One patient showed marked cystic changes in the carpus, yet the joint was normal. Another had painless limitation of one hip from cystic changes in the femoral head. It is not difficult to imagine episodes of bleeding into bone ends, rather than the joint itself, which, if extensive, could probably cause articular destruction by infarction of the joint surface, just as do nitrogen bubbles in caisson disease. Blood in a normal joint causes little harm and is not very painful, but once the bone end has been breached further himorrhages into the joint will be much more painful and destructive by seeping under pressure beneath the cartilage and into the bone itself.
Reticulohistiocytosis
The review by Warin and his associates at Bristol in 1957, is still the best, although scattered case reports have appeared since. The disease is characterized by the deposition of nodules without central necrosis, containing histiocytes with a hydrolysis-resistant proteolipid in their cytoplasm. Warin and his colleagues stressed the skin lesions as well as resemblance to rheumatoid arthritis. In a recent case, proved by biopsy, the patient had only three tiny papular lesions in the skin, but she had enormous numbers of lesions in tendons, and in tendon insertions and in bone ends. Her disease was clinically indistinguishable from rheumatoid arthritis at onset, in fact she was found in a follow-up study of patients with rheumatoid arthritis who had shown a negative differential agglutination test. The nodules in the bone ends produced 'cystic erosions' resembling rheumatoid arthritis on X-ray. However, the bones were not porotic and the joint space, where not invaded, remained wide.
The knees showed similar but larger cystic appearances on X-ray and clinically showed effusions and slight contractures. It is possible that this disease may occur without skin lesions at all, in which case nothing short of biopsy would give the game away.
Jaccoud's Arthritis Jaccoud published and illustrated in 1869 a report on the hand of a patient who had had repeated severe rheumatic fever and heart diseases The hand was remarkable for severe ulnar deviation without active arthritis. Many cases have been reported since, summarized by Bywaters (1950) , who appears to have been the sole author on this subject in the last twenty years, with the exception of a paper from Manchester, which has in part been subsequently retracted. The concept is of a subluxing arthropathy due to softening and relaxation of ligaments without continuing inflammatory disease. Such changes in the bones and joints as are seen are secondary to the altered mechanics of the joint. These cases undoubtedly occur and the clinical picture is striking. In one patient the first carpometacarpal joint underwent a spontaneous painless passive dislocation in use. Biopsies have been done in a number of patients and show no active inflammation, but there is slight fibrosis and capsular scarring, with apparently healed 'erosions' which may be due to altered tendon or ligament pressure. Although the clinical picture is typical, none of the histological findings is specific and it is conceivable, though unlikely, that this is a mild, painless, burnt-out rheumatoid which, but for the associated heart disease, would not have come under medical scrutiny.
Examples of relapsing polychondritis, 'calcium gout', 'oxalate gout' and multiple joint lesions of osteomalacia and of hyperparathyroidism were briefly cited.
[The paper was illustrated by 31 slides and a list of 31 rare causes of non-infective polyarticular disease was circulated.]
